Right ventricular pacing was accomplished via a right antecubital vein; for left ventricular pacing, the catheter was advanced into the ventricle from a brachial artery. Physical contact between the distal platinum electrode and the endocardium was assumed to exist when ventricular premature beats could be mechanically produced by advancing the catheter. The pacemaker rate was set slightly faster than the existing sinus nodal rate. The stimulus voltage was gradually increased. The level at which constant ventricular pacing occurred was taken as the threshold. fig. 1 ).
Case 68-143
This 2-year-old asymptomatic girl was found to have cardiomegaly on a routine examination and was admitted to the hospital for study. Her two sisters had died of heart disease at 3 months and 6 years of age. Each had had unexplained cardiomegaly with marked endocardial fibroelastosis of both ventricles at postmortem examination.
The patient's blood pressure was 90/60 mm Hg, and her heart rate was 120 beats per minute. No evidence of congestive failure was present. Her left ventricular impulse was diffuse in the left anterior axillary line. Heart tones were normal except for loud third and fourth sounds. A grade III/IV apical pansystolic murmur was heard.
Left ventricular hypertrophy was present electrocardiographically and roentgenographically.
Only an elevated left ventricular end-diastolic pressure of 18 mm Hg and an enlarged, poorly contractile, left ventricular cavity were found during routine catheterization and angiocardiography. A presumptive diagnosis of endocardial fibroelastosis was made.
Left ventricular pacing was accomplished in seven areas. The threshold value in one apical location was 0.8 v; the values ranged from 1.2 to 3.0 v in all other areas tested. Right ventricular pacing in three areas resulted in threshold values of 0.9, 1.2, and 1.5 v.
Anatomic confirmation has not been obtained.
Discussion
These three cases represent different causes of endocardial fibrosis. Patient 66-350 is presumed to have a congenital abnormality of the myocardium with associated endocardial fibrosis. The fibrosis in patient 68-94 may either be an integral part of his right ventricular structural anomaly or be a consequence of sustained right ventricular hypertension. Patient 68-143 is believed to have infantile endocardial fibroelastosis; the exact cause is not known. Regardless of the cause, elevated pacing thresholds were present in all three patients, two of whom had pathological confirmation of endocardial fibrosis.
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